aetiology is still unknown. The rarer syndrome of stuttering after neurological pathology in previously normal speaking adults is not universally accepted as a clinical entity. Perhaps this is because relevant case reports are frequently anecdotal in nature, do not present a consistent clinicopathological picture, and are so rare that they may represent merely a predictable background rate of eccentric case reporting.
We know of six cases in which apparently permanent stuttering was either a presenting symptom or a complication of neurological pathology in adults. In two cases the stuttering preceded the eventual diagnosis of presenile dementia, whereas it followed the onset of neurological lesions in two cases of stroke, one of thalamotomy, and one of head injury. Two of these cases are described in some detail.
Case 1 'STUTTERING AFTER HEAD INJURY
This 30 year old man was intensively investigated in an attempt to clarify the nature of his speech disorder and the associated neurological deficit. There was little doubt that the subject's speech had once been stutter-free since, quite fortuitously, he was looked after by one of the present authors (GA) both before and after the onset of stuttering. This subject was included in an investigation of cerebral dominance in stutterers using the Wada intracarotid sodium amylobarbitone technique (Andrews et al., 1972) . This technique usually produces marked dysphasia after dominant hemisphere injection, although the minority of left handers who showed bilateral speech representation also demonstrate unusually mild dysphasia (Milner et al., 1966) . The present subject not only was unable to sustain speech after the injection of either hemisphere, but also experienced severe dysphasia. These findings suggested a post-traumatic inter-hemispheric redistribution of language function which may represent a process of division rather than of reduplication.
Dichotic listening tests are widely employed in the investigation of cerebral dominance. There is some evidence that those subjects with left hemispheric lesions who show unusually powerful 'paradoxical' right ear superiority on dichotic testing may have lesions of a trans-callosal pathway which, under dichotic conditions, transfers auditory information from the right hemisphere to the left (Sparks et al., 1970) . The scores of the present subject on a dichotic test used in this laboratory (Quinn, 1972) 
Discussion
Lately there have been attempts (Canter, 1971) to establish a clinical syndrome of stuttering associated with neurological insult in previously normal speakers. The present report provides clinical and investigatory evidence to support such a concept.
We have seen a steady trickle of adults who would fit this syndrome. Our experience is consistent with impressions derived from the literature that neurological stuttering is uncommon, has no consistent clinicopathological picture, and is too easily dismissed when it does occur. Since the first two characteristics do not render a clinical entity invalid, and in view of evidence concerning speech details in our first case, we would suggest that a speech disorder which is indistinguishable from common stuttering may be evidence of specific neurological disorder. 
